We describe diffuse colonic calcification detected on CT scan of the abdomen in a young female patient who presented to our clinic with 
Introduction
Diffuse colonic calcification is a rare phenomenon and various cases described in the literature have presented with pain abdomen, bleeding or subacute intestinal obstruction. Hyperphosphatemia in chronic kidney disease is an important predisposing factor for soft tissue and vascular calcification and phlebosclerosis leading to ischemic bowel has been described to be another cause.
Case description
A 22-year-old female patient presented to our clinic at King Abdul Aziz Specialist Hospital Taif, Saudi Arabia with a history of intermittent abdominal pain of 4 weeks duration. She described the pain as mild (score of 3/10), dull aching, in the whole abdomen with no reference or radiation. She denied abdominal distension, constipation or vomiting. On examination her vitals were stable. Her abdomen was non-distended, soft and there was no tenderness or guarding. There was no organomegaly or free fluid and her bowel sounds were normal. Her other systemic examination was unremarkable. On evaluation her hemogram, erythrocyte sedimentation rate (ESR), renal function tests, serum amylase, lipase and liver function tests were normal. Abdominal CT scan ( Figure 1 ) revealed diffuse colonic calcification starting from rectum to splenic flexure, sparing transverse colon and involving the whole ascending colon. CT scan of the abdomen did not demonstrate any vascular calcification or any other abnormality. Colonoscopic examination up to terminal ileum showed no mucosal erythema, ulcers, discoloration or luminal lesion. Multiple random biopsies were taken from various parts of the colon and ileum. Histopathologial examination later revealed no features of ischemia, granuloma or any other abnormality. She had no ova or parasites on stool examination. Further evaluation revealed normal upper GI endoscopy. She had negative celiac serology. Her serum electrolytes, serum calcium, phosphorous and parathyroid hormone levels were within normal limits. Her Montoux test (PPD) was negative and limited skeletal X-ray survey showed no abnormality. She has remained asymptomatic for the last 8 months and repeat CT scan of the abdomen did not reveal any interval 
Discussion
The index case had isolated colonic calcification without any identifiable cause. Apart from colonic calcification on CT scan abdomen her investigations including colonoscopic examination were normal. Most of the cases with colonic calcification described in the literature have had an underlying comorbid illness like chronic renal failure or atherosclerotic vascular disease etc. [1] , [2] , [3] , but the index case had no comorbid illness and her investigations were normal. Renal failure with its altered calcium homeostasis, in some instances, is known to predispose to diffuse colonic calcification, and calcification following administration of lanthanum carbonate for treatment of hyperphosphatemia has been described in the medical literature. Authors have proposed to avoid unnecessary colonoscopic examinations for evaluation of colonic calcification in patients taking lanthanum carbonate [4] , [5] . Colonic calcification were described by Eckstein et al. [6] in a 64-year-old male, kidney transplant recipient patient, who had received phosphate based enemas for his bowel cleaning. The authors postulated that dystrophic colonic calcification, in their case, was as a result of hyerphosphatemia. Most of the cases of colonic calcification described in the literature have presented with features of intestinal obstruction or ischemic bowel. However, the index case had mild intermittent abdominal pain which was not consistent with ischemic bowel and she had no predisposing factors for bowel ischemia. Phelbosclerosis is another mechanism of diffuse vascular calcification. Song et al. [7] reported phlebosclerotic colitis in an elderly person undergoing hemodialysis who presented with hematochezia and abdominal pain. Their patient had CT scan evidence of linear mesenteric vascular calcification and his colonoscopic examination showed typical dark purple colored edematous mucosa. In contrast the index case had no venous or arterial calcification and her colonoscopic examination was normal. Parasitic infestation has been attributed to be another cause of colonic calcification. In a large series Fataar et al. [8] described recto-colonic calcification in 17 sites in 14 Egyptian patients aged 25-55 years. While describing this interesting phenomenon authors postulated that non-viable eggs of S. hematobium and S. mansoni, being endemic in Egypt, were the cause of colonic calcification. Non-viable eggs either disintegrate or calcify in colonic mucosa. In experimental studies calcification has been demonstrated in the bowel wall within 60 days of infestation and the amount of calcification depends upon number of parasites and duration of infestation. Having said this, it is pertinent to mention that the index case had neither ova nor parasites on stool examination. Further she is hailing from a non-endemic area hence schistosomiasis is unlikely to be the cause of her diffuse colonic calcification. Hence, with regard to the causes described in the medical literature, the colonic calcification in the index case remained unexplained. It is quite possible that she had some environmental insult at cellular level resulting in cellular injury followed by submucosal dystrophic calcification sparing vessels, however, this is difficult to prove.
Further it is also difficult to explain why she had transverse colon sparing and normal mucosa on colonoscopic examination. In conclusion it may be said that the present case brings to the fore another cause of diffuse colonic calcification and warrants further studies to understand this interesting phenomenon.
Notes

